[Changes in the intraorganic vessels of the liver in acute experimental peritonitis].
Structural pathology and hemodynamics in the livers of 110 white rats were studied histologically, electron microscopically and histoautoradiographically during 5 days since the onset of acute experimental peritonitis. This was accompanied with distinct structural and functional derangement of histohematic barrier along with hepatic hemodynamic disturbances dependent in severity on both fecal suspension quantity and AEP course and stage. Pathologic and compensatory-adaptive reactions profile was established for the animals intrahepatic circulation. Polymorphism of the vascular affections underlies the emergence of the two morphogenetic mechanisms responsible for impairment of hepatic parenchyma: 1) a direct action of toxic substances on hepatocytic cellular membranes, 2) disordered circulatory-hypoxic effect based on pronounced DIC-syndrome and thrombosis. The former mechanism gives rise to disseminated necrosis of hepatocytes, while the latter entails the onset of intralobular necrotic foci, typical for the reactive and toxic stages of acute peritonitis, respectively.